causes (adrenal adenoma and carcinoma) are uni¬ lateral (1) . Among the less common pathologic processes that can also cause Cushing's syndrome are disorders in which nodular adrenocortical hyper¬ function of both adrenal glands occurs independent of ACTH stimulation. The elevated level of cortisol suppresses pituitary ACTH secretion, mimicking the hormonal profile of the more common unilateral adrenal neoplasms even though the process is bilateral. In some of these patients a characteristic clinical course, including early age at diagnosis, mild symptomatology, and frequent occurrence of osteo¬ porosis, is associated with adrenal glands that are small-to-slightly enlarged and studded with small, pigmented nodules. This condition has been termed primary pigmented nodular adrenocortical disease (PPNAD) or primary adrenocortical nodular dysplasia (PAND) (2, 3) .
Other reports of patients with corticotropin-independent bilateral adrenal hyperfunction describe nonpigmented nodular enlargement of the adrenals variously referred to as ACTH-independent bilateral macronodular adrenal hyperplasia (AIBH (4) or AIMAH (5)), or "massive" (6) , "giant" (7) or "huge" (8, 9) (22) and 30 (6, 25) (25) and unilateral enlargement with equivocal contralateral findings in another (15) . Angiography, per¬ formed in one patient (Findlay et (Table 2 ); in others, nodules were described by terms such as "huge" and "grossly nodular". Of note, the pathologic description in one patient (Zeiger et (28) , and elevation of plasma cortisol in response to infusion of GIP (27) . These elegantly demonstrated cases of GIP-mediated food-dependent Cushing's syndrome are believed to result from ectopie expression of GIP receptors by adrenocortical cells (27, 28) . These cases clearly meet the criteria for AIMBAD (Table 2) 
